


	Coagulation and Fibrinolysis
	Functions
	Uniprot
	Ref.

	Clot formation
	
	
	

	Tissue factor (TF)
	Transmembrane receptor for Factor VII/VIIa. Potent activator of clotting cascade.
	P13726
	1

	Factor VII
	Serine protease that initiates coagulation in conjunction with TF; precursor to Factor VIIa.
	P08709
	1

	Factor X
	Serine endopeptidase; precursor to Factor Xa.
	P00742
	1

	Factor Xa
	Complexed to Factor Va; cleaves prothrombin to yield active thrombin. 
	P00742
	1

	Factor V
	Binds to activated platelets; activated by thrombin.
	P12259
	1

	Factor II (Prothrombin)
	Cleaved by Factor Xa-Va complex to form thrombin.
	P00734
	1

	Factor IIa (Thrombin)
	Serine protease. When complexed with Factor Va converts fibrinogen to fibrin, Factor XI to XIa, Factor VIII to VIIIa, Factor V to Va, Factor XIII to XIIIa; complexes with Thrombomodulin to activate Protein C.
	P00734
	1

	Factor XI
	Serine protease; precursor to Factor XIa.
	P03951
	1

	Factor IX
	Serine protease; precursor to Factor IXa.
	P00740
	1

	Factor IXab
	Activated serine protease; when complexed with Factor VIIIa it converts Factor X to Xa.
	P00740
	1

	Fibrinogen
	Soluble glycoprotein; when cleaved it forms fibrin strands that subsequently polymerize.
	P02671, P02675, P02679
	1

	Clot inhibition
	
	
	

	Tissue factor pathway inhibitor (TFPI)
	Inhibits Factor Xa; and the TFPI-Xa complex also inhibits the TF-VIIa complex.
	P10646
	1

	Antithrombin-III
	Glycoprotein that acts as a serine protease inhibitor to Factors VIIa, IXa, Xa, XIa, XIIa, and most notably thrombin. Also inhibits plasma kallikrein and plasmin. Is inactivated by neutrophil elastase.
	P01008
	1

	Protein C
	Precursor to APC.
	P04070
	1

	Protein S
	Glycoprotein that acts as a cofactor for APC functionality.
	P07225
	1

	Activated protein C (APC)
	Serine protease; activated by thrombin, thrombomodulin, or endothelial protein C receptors (EPCRs); inactivates Factors Va and VIIIa.
	P04070
	1

	Fibrinolysis
	
	
	

	Prekallikrein
	Cleaved by Factor XIIa into active plasma kallikrein which converts plasminogen into plasmin.
	P03952
	2

	Plasminogen
	Precursor to plasmin. 
	P00747
	1

	Plasmin
	Serine protease; activated by Factors XIa, XIIa, t-PA, u-PA, and plasma kallikrein; active plasmin cleaves fibrin, fibronectin, thrombospondin, and vWF. 
	P00747
	1

	Tissue-type plasminogen activator (t-PA)
	Serine protease that catalyzes plasmin formation; inhibited by PAI-1 and PAI-2.
	P00750
	1

	Urokinase-type plasminogen activator (u-PA)
	Serine protease that catalyzes plasmin formation; inhibited by PAI-1 and PAI-2.
	P00749
	1

	Fibrinolysis inhibition
	
	
	

	Plasma protease C1 inhibitor (C1-Esterase Inhibitor)
	Protease inhibitor of plasma kallikrein, Factors XIa, and XIIa; however its main function is to inhibit the cleavage of C2 and C4 by binding to C1r and C1s in the classical pathway and MASPs in the lectin pathway. Also in complement section.
	P05155
	3

	Plasminogen activator inhibitor 1 (PAI-1)
	Serine protease inhibitor of t-PA and u-PA.
	P05121
	1

	Alpha-2-antiplasmin
	Potent serine protease inhibitor of plasmin.
	P08697
	4

	[bookmark: OLE_LINK11]Alpha-2-macroglobulin
	Multi-functional inhibitor of plasmin, plasma kallikrein, and thrombin.
	P01023
	5

	Carboxypeptidase B2 (TAFI)
	Thrombin-activatable fibrinolysis inhibitor; activated by thrombin and downregulates fibrinolysis by preventing fibrin-plasminogen binding. Cleaves C3a and C5a. Also in complement section. 
	Q96IY4
	1,3




	Platelet factors
	Functions
	Uniprot
	Ref.

	Adhesion
	
	
	

	Platelet glycoprotein Ib alpha chain (GP1BA)
	Part of the platelet bound heterodimer which forms full GPIb. GPIb is part of the GP Ib-IX-V complex which acts as a receptor complex for endothelial bound vWF. Also leads to downstream platelet activation. 
	P07359
	2

	Platelet glycoprotein VI (GPVI)
	Platelet receptor which binds to collagen and mediates the adhesion process to sub-endothelium with subsequent platelet activation. Also found to bind to fibrin which then leads to thrombin generation and further thrombus stability and growth. 
	Q9HCN6
	6,7

	P-selectin
	Present on activated platelets (to facilitate platelet-platelet aggregation, mediate leukocyte recruitment and activation) and endothelium (to facilitate recruitment of leukocytes to the site of injury). 
	P16109
	8,9

	Fibronectin
	Part of the extracellular matrix (ECM), is a plasma protein, and is platelet secreted which plays a role in platelet and cell adhesion during injury. 
	P02751
	10

	Vitronectin
	Present as a plasma Vn (mostly inactive), platelet secreted, and an ECM component. When secreted from platelets, it assists in thrombus stabilization and platelet aggregation and tethering to endothelium; also acts as a PAI-1 stabilizer. However, plasma Vn inhibits platelet aggregation. Inhibitor of complete MAC formation. Also in complement section.
	P04004
	11,12

	Von willebrand factor (vWF)
	Glycoprotein present on endothelial cells (and released by activated platelets and endothelial cells) which primarily mediates the platelet adhesion via binding to the GP Ib-IX-V complex. 
	P04275
	1,2

	Ectonucleoside triphosphate diphosphohydrolase-1 (CD39)
	Endothelial bound enzyme that hydrolyzes ATP or ADP to AMP. Platelets use ADP for activation therefore elevated levels of CD39 will prevent platelet activation. 
	P49961
	13

	A disintegrin and metalloproteinase with thrombospondin motifs 13 (ADAMTS13)
	Protease that cleaves vWF to prevent vWF-induced platelet adhesion and aggregation. Prevents formation of ultra-large vWF multimers which can lead to micro-thrombi and DIC. 
	Q76LX8
	1,2

	Activation
	
	
	

	Platelet factor 4 (PF-4)
	Also known as CXCL4; a chemokine immediately released from activated platelets and involved in leukocyte (eg. neutrophil) chemotaxis and activation.  
	P02776
	8,9,14

	CCL5 (RANTES)
	A chemokine released from activated platelets and involved in leukocyte (eg. neutrophil) chemotaxis and activation. 
	P13501
	8,9,14

	Neutrophil-activating peptide 2 (NAP-2)
	Also known as CXCL7; Derived from platelet basic protein (PBP) which is stored in a-granules. Immediately released from activated platelets and has been shown to be a more potent neutrophil chemoattractant than PF-4.
	P02775
	8

	Platelet activating factor acetylhydrolase (PAFAH)
	Enzyme that inactivates PAF (which can directly activate platelets). 
	Q13093
	15

	Aggregation
	
	
	

	Integrin alpha-IIb: beta-3 complex (GPIIbIIIa)
	Platelet bound receptor complex that binds to fibrinogen and vWF upon platelet activation. Binding to fibrinogen is a prerequisite for platelet aggregation. 
	P08514, P05106
	2 

	Production
	
	
	

	Thrombopoietin (TPO)
	Hormone that binds to megakaryocytes to induce platelet production. It is liver-derived and is produced at a constant rate which only slightly increases in thrombocytopenic states. 
	P40225
	2

	Thrombopoietin receptor
	Found on megakaryocytes which binds TPO to induce platelet production. Also found on mature platelets which act as the regulatory mechanism for platelet production since TPO is removed from the plasma in the presence of mature platelets preventing further platelet production. 
	P40238
	2






	Monocytes/Macrophages
	Functions
	Uniprot
	Ref.

	Macrophage colony-stimulating factor 1 (M-CSF)
	Also known as CSF-1. Cytokine that acts to promote monocyte differentiation, proliferation, and survival. Although proliferation is only induced in monocyte progenitor cells, it is possible that monocytes may have a chemotactic response to M-CSF. 
	P09603
	16

	IL-34
	Cytokine that also acts on the M-CSFR for monocyte development. 
	Q6ZMJ4
	16,17

	Macrophage colony-stimulating factor 1 receptor (M-CSFR) 
	Receptor for M-CSF that is present on monocyte progenitors, monocytes, macrophages, and dendritic cells. 
	P07333
	16

	Macrophage mannose receptor 1
	Also known as CD206. Primarily on macrophages or immature dendritic cells. Is used as a PRR for some pathogens and also plays a role in clearing circulating glycoproteins possibly to prevent host tissue damage. All this is mediated through the specific binding to certain glycosylations on pathogens or glycoproteins. This protein can be cleaved off the surface into a soluble form. 
	P22897
	18-20

	Macrophage metalloelastase (MMP-12)
	Classically believed to cleave ECM proteins. Was shown in vitro to cleave CXCL1, 2, 3, 5, 6, 8 and CCL 2, 7, 8, 13 likely in a regulatory mechanism to reduce leukocyte recruitment at the conclusion of inflammation. In an inflammatory murine model, was shown to have pro-thrombotic and pro-fibrinolytic effects, anti-complement effects, increased opsonization, reduced PMN recruitment, and reduced NET formation. 
	P39900
	21,22

	Macrophage migration inhibitory factor (MIF)
	Cytokine that regulates the recruitment and arrest of monocytes. 
	P14174
	23

	Macrophage scavenger receptor type I and II
	Also known as CD204 or SR-A. Primarily found on macrophages but also present on other cell types. Can bind many different ligands including Gram (+) and (-) bacteria and human cytomegalovirus. Believed to act as a PRR but can have both beneficial and detrimental effects to disease progression. 
	P21757
	24

	Macrophage-stimulating protein (MSP)
	Also known as hepatocyte growth factor-like protein. Liver derived and released in its inactive form that must be cleaved in a coagulation or inflammatory setting by either of the three enzymes: Factor XIa and XIIa, and kallikrein. Leads to downstream signaling cascades with pro-inflammatory effects such as phagocytosis, chemotaxis, survival, and cytokine release. MSP-mediated inflammatory attenuation has also been documented. 
	P26927
	25

	Macrophage-stimulating protein receptor (MSP-R)
	Mostly present in epithelial origin cells. It is present on certain tissue macrophages (bone, skin, peritoneal cavity, and liver but not lung or spleen), but it is not present on monocytes, neutrophils, or lymphocytes. 
	Q04912
	25

	sCD163
	Also known as Scavenger receptor cysteine-rich type 1 protein M130. A haptoglobin-hemoglobin scavenger receptor on monocytes or macrophages that acts as an iron chelator to reduce microbial proliferation. It is a marker of activation through surface TLR stimulation. Elevated levels have been associated with increased EVD severity and fatality. Elevated levels have also been associated with dengue virus and hantavirus pathogenesis.  
	Q86VB7
	26

	CCL2 (MCP-1)
	Critical for the recruitment of monocytes to the site of infection. Important for the egress of monocytes from the bone marrow.
	P13500
	16,23

	CCL7 (MCP-3)
	Critical for the recruitment of monocytes to the site of infection. Important for the egress of monocytes from the bone marrow. 
	P80098
	16,23



	Neutrophils
	Functions
	Uniprot
	Ref.

	Neutropoiesis
	
	
	

	Granulocyte colony-stimulating factor (G-CSF)
	A glycoprotein released by many cell types (but primarily endothelial cells) that induces the proliferation and differentiation of myeloid precursors in the bone marrow into mature neutrophils. The release of G-CSF is regulated in response to secreted IL-17A from neutrophil-regulating T cells. IL-17A release is dependent upon macrophage and dendritic cell-released IL-23 which is absent in the present of active phagocytosis of apoptotic neutrophils. 
	P09919
	27

	IL-17A
	Induces endothelial (and other cell types) to release G-CSF. Promotes mobilization of neutrophils and cytokine production by epithelial cell for protective immunity to extracellular pathogens. 
	Q16552
	27,28

	IL-23
	Released from macrophages and dendritic cells to activate pro-inflammatory pathways. Induces T cell released IL-17A among other cytokines. 
	P29460, Q9NPF7
	27,28

	Granulocyte macrophage colony-stimulating factor (GM-CSF)
	A multi-origin glycoprotein that acts as a cytokine to signal the production and differentiation of myeloid cells (platelets, RBCs, basophils, neutrophils, eosinophils, and monocytes).
	P04141
	29

	Azurophilic (1) granule proteins
	Proteins marked with an (*) were experimentally found in NETs by immunofluorescence30. Proteins marked with a (^) were experimentally found in NETs by Mass Spectrometry31.
	
	

	Neutrophil elastase (*^)
	A serine protease that degrades Gram (-) bacterial virulence factors and can kill Gram (-) bacteria directly. Can cleave anticoagulants such as TFPI. Essential for NET formation through chromatin de-condensation. Inhibited by alpha-1-antitrypsin and SLPI to prevent ECM degradation in normal conditions.
	P08246
	32-36

	Myeloperoxidase (MPO) (*^)
	Enzyme that acts to produce hypohalous acids for lysosomal antimicrobial effects. Can cleave thrombomodulin therefore acting in a pro-coagulant mechanism. Is required for classical NET formation. 
	P05164
	37,38

	Cathepsin G (*^)
	Serine protease that potently increases platelet activation, degranulation, and aggregation; neutrophil elastase enhances these functions. Can cleave anticoagulants such as TFPI. Exhibits antimicrobial properties possibly via proteolytic –dependent and –independent mechanisms. Inhibited by alpha-1-antichymotrypsin and SLPI to prevent ECM degradation in normal conditions.  It is chemoattractant for monocytes and neutrophils.
	P08311
	8,34,36,39

	Bactericidal permeability-increasing protein (BPI) (*)
	Is anti-inflammatory by neutralizing Gram (-) bacteria by binding to LPS and preventing LPS mediated inflammation. Upon LPS binding it also leads to bacterial membrane damage and death. Opposite in effect to LPS binding protein which is pro-inflammatory. Also been shown to reduce Influenza A and VSV infectivity. 
	P17213
	40,41

	Azurocidin (^)
	Also known as heparin binding protein. Has anti-microbial properties and is a potent Gram (-) antibiotic. It is chemoattractant for monocytes and neutrophils. 
	P20160
	39,42

	Proteinase-3 (^)
	A serine protease that proteolytically activates cathelicidin, which is an antibacterial protein. Also found on endothelial and epithelial cells. Inhibited by alpha-1-antitrypsin to prevent ECM degradation in normal conditions.
	P24158
	36,43

	CXCL6 (GCP-2)
	Also known as granulocyte chemotactic protein 2. Also present in 2 granules. Chemotactic for neutrophils but also has direct Gram (-) and (+) antibacterial properties. Loses its chemotactic properties when present in NETs. Is degraded by neutrophil elastase. 
	P80162
	44

	Specific (2) granule proteins
	
	
	

	Lactoferrin (*^)
	Also known as lactotransferrin. Is an iron chelating and transport protein that is also found in secretory fluids. Possesses various anti-bacterial, -fungal, -parasitic, and -viral properties. 
	P02788
	45

	Lysozyme (^)
	Also present in 3 granules. An enzyme also found in secretory fluids, that hydrolyzes peptidoglycan linkages in Gram (+) bacterial cell walls leading to lysis. It can also directly create pores in the cell wall leading to lysis. LPS non-competitively inhibits lysozyme but binding also reduces endotoxin effects. 
	P61626
	46,47

	Peptidoglycan recognition protein 1 
(PGRP-S)
	Binds to gram positive bacteria cell wall and induces stress response in bacteria which leads to oxidative stress. Binds to the membrane of both Gram (-) and (+) bacteria and inhibits growth. Synergizes with lysozyme. Increases phagocytosis of S. aureus by monocytes/macrophages and prevents peptidoglycan-induced apoptosis. Also upregulates pro-inflammatory cytokines. Possibly present on the specific granule membrane. 
	O75594
	48,49

	Neutrophil gelatinase-associated lipocalin (Lipocalin 2)
	NGAL; Binds and sequesters bacterial-released siderophores preventing further growth. Is quickly released from injured kidney cells and therefore has been used as an acute kidney injury biomarker.
	P80188
	50,51

	Antileukoproteinase (SLPI)
	Also known as secretory leukocyte protease inhibitor. Inhibits neutrophil elastase and cathepsin G. Also has antibacterial and antifungal properties along with inhibiting HIV transmission. Has anti-inflammatory effects. 
	P03973
	36,52

	Haptoglobin
	Mostly produced in hepatocytes. Neutrophil derived haptoglobin can be released during injury or infection to bind to hemoglobin. This action reduces tissue damage and reduces bacterial growth by preventing bacteria to acquire the hemoglobin bound iron. 
	P00738
	53

	Gelatinase (3) granule proteins
	
	
	

	Matrix metalloproteinase 9 (MMP9; gelatinase B) (*)
	Also present in some 2 granules. Can break down basal membrane structural proteins such as collagen for tissue breakdown and possibly for further neutrophil recruitment. Primary function is believed to be involved in extravasation and diapedesis. 
	P14780
	54,55

	Ficolin 1 (FCN1)
	Also known as M-ficolin. Acts as a pattern recognition molecule (PRR) to activate the lectin complement pathway. Is produced and released by monocytes, macrophages, and type II alveolar epithelial cells. Also assists in immunity by opsonophagocytosis. Recently was shown to enhance EBOV infectivity and entry of macrophages by selectively interacting with the mucin like domain of GP independent of serum complement presence. However, cell preincubation with FCN1 showed a protective effect demonstrating that in some scenarios, FCN1 might actually be protective. It is hypothesized that the GP/FCN1 interaction mediates viral attachment which then may lead to enhanced viral uptake and infection. GP/FCN1 complex appears to compete for the same cell surface receptor where Mannose-binding protein C/GP complex binds. Present in serum at an average of 1ug/mL. Also in complement section. 
	O00602
	56,57

	Serine protease inhibitors 
	
	
	

	Alpha-1-antitrypsin
	Serine protease inhibitor that protects tissues from neutrophil elastase and proteinase 3. Possibly found in specific granules.
	P01009
	36

	Alpha-1-antichymotrypsin
	Serine protease inhibitor that protects tissues from cathepsin G.
	P01011
	36

	Neutrophil chemotaxis 
	
	
	

	CCL17 (TARC)
	Platelet derived neutrophil chemoattractant. Dendritic cells produce CCL17 during inflammation. 
	Q92583
	8,58

	CCL22 (MDC)
	Platelet derived neutrophil chemoattractant. Macrophages and dendritic cells also produce CCL22 which can also function for chemotaxis of monocytes. 
	O00626
	8,58

	Attracts and activates neutrophils
	
	
	

	CXCL5 (ENA-78)
	Can be directly released from activated platelets for chemotaxis of PMNs. Also released from endothelial cells when stimulated by IL-1B.
	P42830
	59,60

	IL-8 (CXCL8)
	Is released from activated endothelial cells when stimulated by IL-1 released from activated platelets. This is crucial for neutrophil activation, chemotaxis, and adhesion to endothelium.
	P10145
	8,9

	CXCL1 (Gro-a)
	Also known as growth regulated alpha protein. Cytokine that activate neutrophils; are released from activated endothelial cells when stimulated by IL-1 released from activated platelets. Can also be directly released from activated platelets for chemotaxis. 
	P09341
	8,14















	Complement System
	Functions
	Uniprot
	Refs.

	Classical pathway (specific)
	
	
	

	Complement C1q subcomponent  
	Acts as a PRR by binding to IgM or IgG bound onto antigen or directly binding to PAMPs on microbial cell surfaces. Upon activation, a change in conformation leads to the activation of C1r and C1s components of the C1 complex. 
	P02745, P02746, P02747
	3

	Complement C1r subcomponent 
	Upon complexing and subsequent activation from C1q, it acts as a protease that works in conjunction with C1s to cleave C2 and C4 into the classical pathway C3 convertase (C4bC2a). 
	P00736
	3

	Complement component C1q receptor (C1QR1)
	Receptor present on monocytes and B cells that mediates phagocytosis and adhesion of C1q bound PAMPs or pathogens.
	Q9NPY3
	12

	Classical and Lectin Shared
	
	
	

	Complement C2
	Essential protein for the formation of the classical and lectin pathway C3 convertase (C4bC2a). This protein gets cleaved into small and large subunits, the latter being incorporated into the C3 convertase. 
	P06681
	3

	Complement C4
	Essential protein for the formation of the classical and lectin pathway C3 convertase (C4bC2a). This protein gets cleaved into small and large subunits, the latter being incorporated into the C3 convertase.
	P0C0L4, P0C0L5
	3

	Complement C4b
	The large subunit that is part of the classical and lectin pathway C3 convertase (C4bC2a).
	P0C0L4, P0C0L5
	3

	Lectin pathway (specific)
	
	
	

	Ficolin-1 (FCN1)
	Also known as M-ficolin. Acts as a PRR to activate the lectin complement pathway. Are produced and released by monocytes, macrophages, and type II alveolar epithelial cells. Also assists in immunity by opsonophagocytosis. Recently was shown to enhance EBOV infectivity and entry of macrophages by selectively interacting with the mucin like domain of GP independent of serum complement presence. However, cell preincubation with FCN1 showed a protective effect demonstrating that in some scenarios, FCN1 might actually be protective. It is hypothesized that the GP/FCN1 interaction mediates viral attachment which then may lead to enhanced viral uptake and infection. GP/FCN1 complex appears to compete for the same cell surface receptor where Mannose-binding protein C/GP complex binds. Present in serum at an average of 1ug/mL.  Also in the neutrophil section, since it is found in tertiary granules. 
	O00602
	56,57

	Ficolin-2 (FCN2)
	Also known as L-ficolin. Acts as a PRR to activate the lectin complement pathway. Also assists in immunity by opsonophagocytosis. One report noted that it had no effect in modulating EBOV infection which was in accordance with the inability of FCN-2 to bind to EBOV GP. Shown in some reports to inhibit influenza A and hepatitis C viruses. Present in serum at an average of 5ug/mL.
	Q15485
	57

	Ficolin-3 
	Also known as H-ficolin. Acts as a PRR to activate the lectin complement pathway. Also assists in immunity by opsonophagocytosis. One report noted that it had no effect in modulating EBOV infection which was in accordance with the inability of FCN-2 to bind to EBOV GP. Shown in a report to inhibit replication of influenza A viruses. Present in serum at an average of 18ug/mL.
	O75636
	57

	Mannose-binding protein C (MBL)
	Also known as mannan-binding lectin. A PRR that binds to PAMPs to initiate the lectin pathway. Upon PAMP binding, it leads to the activation of mannose-binding lectin-associated serine proteases (MASPs). MBL binding to EBOV GP has been shown to reduce infection in high serum and complement concentration. However, in the setting of an ineffective or depleted complement system, MBL binding to EBOV GP actually enhances infectivity likely mediated by a mechanism of facilitated cell attachment. MBL binding to GP is independent of the mucin like domain and is believed to be specific to mannose residues in the glycan cap. Present in serum at an average of 1.2ug/mL.
	P11226
	3,57

	Collectin-11 (Collectin Kidney 1)
	A lectin that participates in the lectin pathway as a PRR which appears to be mostly reactive to DAMPs during cellular stress and damage, but can also bind to PAMPs. However, in one report it was noted that it had no interaction with EBOV GP. Most abundant in renal tubules but is present in the rest of the body as well.
	Q9BWP8
	57,61

	Alternative pathway (specific)
	
	
	

	Complement Factor B
	Binds to activated/hydrolyzed form of C3 (C3b) to form the C3 pro-convertase (C3bB). 
	P00751
	3

	Complement Factor D
	Processes C3bB into the active alternative pathway C3 convertase (C3bBb).
	P00746
	3

	Properdin
	Soluble mediator of the alternative pathway that can bind to the surface of an apoptotic cell or microbial surface. Upon binding it can assist the formation of the alternative pathway C3 convertase and promote its activity. 
	P27918
	12

	Collectin-12 (COLEC12)
	A lectin present in membrane-bound and soluble forms. The soluble form has been shown to bind to pathogens directly and appears to mediate the recruitment of properdin for alternative pathway activation. 
	Q5KU26
	62

	Shared and MAC
	
	
	

	Complement C3
	Undergoes spontaneous hydrolysis to form C3b as the initial step in the alternative pathway. Also becomes cleaved by both types of C3 convertases (C4bC2a and C3bBb) to form C3a and C3b and therefore is a pivotal protein to all complement pathways. 
	P01024
	3

	Complement C3b
	Produced by spontaneous hydrolysis through the alternative pathway or through C3 convertase activity. Apart from being integral to the initiation of the alternative pathway it has three additional functions: 
1- opsonizes foreign antigens
2- binds to C3 convertases to form C5 convertases (C4bC2aC3b and C3bBbC3b)
3- participates in an amplification loop where the C3b produced through C3 convertase activity can cycle back and complex with Factor B to further the activation of the alternative pathway
	P01024
	3

	Complement C3d fragment
	The terminal cleavage product of C3 that is able to bind to pathogens. Evidence suggests that this binding can further enhance the immune response by C3d interaction with its receptor, CR2, on T cells, B cells, or follicular dendritic cells. 
	P01024
	63

	C3a anaphylatoxin 
	Cleaved small subunit produced from C3 convertase activity. It has potent chemotactic and activation properties for basophils, eosinophils, monocyte, macrophages, neutrophils, and mast cells. 
	P01024
	3,64

	C3a anaphylatoxin des Arginine 
	Inactivated C3a peptide with no pro-inflammatory capacity because of C-terminal arginine cleavage.
	P01024
	64

	Complement C5
	Inactive precursor that becomes cleaved by either C5 convertase into the small and large subunits, C5a and C5b respectively. 
	P01031
	3

	C5a anaphylatoxin
	Cleaved small subunit produced from C5 convertase activity. It has potent chemotactic and activation properties for basophils, eosinophils, monocyte, macrophages, neutrophils, and mast cells.
	P01031
	3,64

	Complement C5b-C6 complex
	Complex of the C5b and C6 that provides the scaffold for pore formation initiation of the Membrane Attack Complex (MAC).
	P01031, P13671
	65

	Complement component C6
	Component of the MAC along with C5b, C7, C8, and poly-C9.
	P13671
	3

	Complement component C7
	Component of the MAC along with C5b, C6, C8, and poly-C9.
	P10643
	3

	Complement component C8
	Component of the MAC along with C5b, C6, C7, and poly-C9.
	P07357, P07358, P07360
	3

	Complement component C9
	Component of the Membrane Attack Complex (MAC) along with C5b, C6, C7, and C8. Multiple C9 components polymerize to form the pore complex inside the target membrane which leads to lysis. 
	P02748
	3

	Complement regulation and inhibition
	
	
	

	Complement decay-accelerating factor (DAF)
	Also known as CD55. Membrane associated protein that assists in the degradation of C3 convertases but also prevents its formation. 
	P08174
	3

	Complement Factor H 
	Binds to host cells to limit the extent of spontaneous amplification of the alternative pathway by promoting the dissociation of the Bb subunit from the C3 convertase. Factor H also acts as a cofactor for the complement factor I activity. 
	P08603
	3

	Complement factor H-related protein 5
	Has some sequence homology with Factor H and has similar functions to Factor H but performs them to a lesser degree. It has been indicated that mutations in this gene can possibly play a role in abnormal complement activation in glomeruli acting as a possible mechanism to complement mediated nephropathy. 
	Q9BXR6
	66,67

	Complement Factor I
	Inhibits C3 convertase activity by cleaving C4b and C3b. Requires cofactors for its activity.
	P05156
	3

	Plasma protease C1 inhibitor (C1-Esterase Inhibitor)
	Protease inhibitor of plasma kallikrein, XIa, and XIIa; however its main function is to inhibit the cleavage of C2 and C4 by binding to C1r and C1s in the classical pathway and MASPs in the lectin pathway. Also in the coagulation section.
	P05155
	3

	Carboxypeptidase B2 (TAFI)
	Thrombin-activatable fibrinolysis inhibitor; activated by thrombin and downregulates fibrinolysis by preventing fibrin-plasminogen binding. Cleaves C3a and C5a. Also in the coagulation section.
	Q96IY4
	3

	CD59 glycoprotein
	Also known as Protectin. Membrane associated protein that inhibits the formation and assembly of the MAC. Can also be shed to provide local protection. 
	P13987
	12

	Vitronectin
	Present as a plasma Vn (mostly inactive), platelet secreted, and an ECM component. When secreted from platelets, it assists in thrombus stabilization and platelet aggregation and tethering to endothelium; also acts as a PAI-1 stabilizer.  However, plasma Vn inhibits platelet aggregation. Inhibitor of complete MAC formation. Also in platelets section. 
	P04004
	12

	Clusterin 
	Soluble inhibitor of MAC generation. 
	P10909
	12
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